Prospective examination of the ocular fundi was carried out in the newborn female sibling of a girl with incontinentia pigmenti and bilateral retinopathy. At age 3 months the new baby's peripheral retina was found to be avascular in both eyes. At age 2 years progressive vascular proliferation at the watershed area between normal and abnormal retina led to bilateral vitreous haemorrhage. The new vessel tufts promptly regressed when the avascular area in each eye was treated by single-freeze cryotherapy and the blood in the vitreous absorbed. Cicatricial retinopathy was thereby prevented. Prospective retinal examination of newborn female siblings of children with incontinentia pigmenti is advised, with early cryotherapy recommended if progressive neovascularisation is detected.
At presentation the following abnormal features were found in the left eye: a shallow anterior chamber, raised intraocular pressure, ectropion uveae, and complete fibrovascular retrolental membrane representing dysplastic retina. The right fundus showed a temporal membrane with dragging of the optic disc. Telangiectatic vessels were seen temporally associated with the membrane (Fig 1) . At the time of presentation, the mother was near term in her seventh pregnancy and the parents were encouraged to attend for early ocular examination of the newborn baby. CASE 2 The seventh child was 3 months old when she was first seen in February 1986. At this time there were no general medical problems. She had been born at term after a normal pregnancy and delivery with a birth weight of kg.
The first ocular examination showed the temporal peripheral retina to be somewhat avascular, with microvascular abnormalities at the watershed area between normal and abnormal retina in both eyes. These retinal findings remained unchanged until 2 years of Rahi, Hungerford anastomosis', and that these are the basis of the retrolental mass seen in so many cases.
The findings ofWatzke et al9 and Nishimura et al'0 are consistent with our findings of the early retinal changes, and their fluorescein angiograms confirmed absence of perfusion in the areas of temporal peripheral retina beyond the zones of leaky anastomotic vessels and associated neovascularisation. Nishimura and coworkers have described one case in which progression of vascular proliferation was arrested by photocoagulation but useful vision was not preserved because of optic atrophy and pigmentary macular change. Brown' s report" of a child followed up from the first week of life showed failure of attempted treatment with ACTH and concurred with that of Francois in describing pseudoglioma as the end-stage of the observed retinal vascular changes. In this context it is postulated that a retinal angiogenesis factor stimulates the neovascularisation process.'2 Although the precise nature of such a factor is unknown, it is likely to be one of the several recently described by Folkman.13 The degree of retinal traction produced by the retinopathy ofincontinentia pigmenti commonly differs between the two eyes, as illustrated by case 1 of the present report. The retinopathy of incontinentia pigmenti is similar in this respect to that of prematurity (ROP) . As with ROP, progression of incontinentia pigmenti retinopathy ultimately slows or ceases without treatment, and it must be questioned whether the arrest of progress in case 2 was the result of cryotherapy or whether it occurred spontaneously. The 
